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There is acceptance of the concepts implicating acute and chronic inflammation in the pathogenesis of pulmonary fibrosis, either of known aetiology or of idiopathic origin (IPF). In the same way, the process is thought to involve the stimulated response This potent mitogenic cytokine is produced by a number of cells in the lung, including activated fibroblasts, smooth muscle, endothelial and epithelial cells.39A4 The potential for the alveolar macrophage to produce PDGF42-44 appears to be very relevant in IPF.4546 The use of immunohistochemistry and in situ hybridisation showed that, in established IPF tissue, the alveolar macrophage and epithelial cells were the main sources of this factor.4' These findings were restricted to the fibrotic lung and were not seen in normal tissue.
In a previous study on the effects of pulmonary fibroblasts on peripheral blood derived eosinophil survival in vitro47 48 we noticed that, in cocultures of these two cell types, the fibroblasts were induced to proliferate. Similar findings were reported by Pincus et 
